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15.3) so that its final occlusion causes a lesser
infarct than usual, or even none at all.

The detection of thrombus in coronary
arteries narrowed by atheroma is not always
easy. If the arteries are opened lengthwise with
scissors, a small thrombus may be displaced
and disrupted by the point of the blade without
being noticed. A more satisfactory method of
examining the vessels is by transverse section at
close intervals. The presence of extensive and
grossly calcified atheromatous lesions prevents
satisfactory naked-eye examination of the
affected parts of the vessels at necropsy, and
decalcification is first necessary.

The infarct may involve the whole thickness
of the myocardium, or it may be confined to
the inner part of the wall. Occasionally infarc-
tion involves the deeper, subendocardial myo-
cardium throughout most of the circumference
of the left ventricle: there is usually severe athe-
romatous narrowing of the left and right main
coronary arteries and the anterior descending
branch, but without recent thrombosis. It ap-
pears that such extensive arterial narrowing
renders especially precarious the blood supply
to this part of the myocardium and that sub-
endocardial ischaemic necrosis can occur with-
out superadded occlusive arterial thrombosis
(Davies, Woolf and Robertson, 1976).

Although ischaemic death of myocardium
occurs within a few minutes of loss of blood
supply, the visible changes of infarction in the
dead muscle do not appear for 8 hours or so.
Accordingly, in patients who die suddenly at
the time of coronary occlusion, or within the
next few hours, acute changes in the myocar-
dium are not observed by naked-eye or or-
dinary light microscopy. The first changes
noticed by naked eye are blotchy congestion
and pallor. Although the muscle undergoes
coagulative necrosis, the infarct can usually be
felt after a day or so as a patch of softening,
and during the next few days it becomes pale
(Fig. 15.9) and its colour changes from brown
to yellowish-grey. After a week or so it
becomes more sharply defined by the develop-
ment of a zone of vascular granulation tissue
along the margin, and removal of the dead
tissue by organisation gradually proceeds.
When the infarct extends to the outer surface
of the myocardium, the pericardial surface is
pften covered by a layer of fibrinous exudate
with marginal haemorrhages. On the inner

Fig. 15.9 Myocardial infarction of 11 days' dura-
tion. The anterior descending branch of the left cor-
onary artery (a) is occluded by thrombus and there is
extensive infarction of the wall of the left ventricle,
seen as areas of pallor and surrounding congestion (b).
Note also mural thrombus at the apex.

aspect, the endocardium and a thin layer of
adjacent myocardium remain alive, nourished
by blood from the lumen, but in patients sur-
viving for several days this does not prevent
thrombosis on the endocardial surface (see
below).

Under the microscope the infarcted muscle
shows the usual features of necrosis (Fig. 2.5,
p. 11). The necrotic muscle is invaded by poly-
morphonuclear leukocytes and, after a few
days, digestion by macrophages and organisa-
tion can be seen at the margins (Fig. 15.10).